[Effect of iron overload on experimental immunological liver injury in rats and the role of angiotensin].
To investigate the effect of iron overload on experimental immunological liver injury in rats and the roles of losartan (LOS), which is the selective antagonist of angiotensin II receptor subtype AT1. Fifty male Wistar rats were divided by random into five groups (control, liver injury, liver injury + LOS, liver injury + ID and liver injury + ID + LOS). Immunological liver injury model was reproduceed by intravenous injection of BCG (Bacilli Calmette Guein) and then lipopolysaccharide (LPS). Iron overload model was created by intraperitoneal injection of iron dextran (ID). Serum iron (SI), transferrin (TRF), total protein (TP), the activity of asparatate aminotransferase (AST) and malondialdehyde (MDA) and liver iron (HIC) were tested. The expression of bcl-2 and Bax and the bax/bcl-2 ratio in hepatocyte were tested by flow cytometric analysis. Apoptotic index (AI) and proliferative index were also calculated. (1) In comparison with blank control group, the activity of serum AST was higher. Serum TP and TRF were lower in liver injury animals. Liver MDA increased significantly and along with a lower SOD activity. The expression of Bax in liver injury group was significantly higher than that in control group. The bax/ bcl-2 ratio and AI increased significantly in liver injury group. (2) Compared with liver injury group, the animals treated with ID showed an increase of serum AST activity, increased MDA and the expression of bax, the bax/bcl-2 ratio and AI. HIC was higher than the control group. (3) Compared with liver injury group, the activity of serum AST was lower and TRF was higher, MDA was reduced and SOD activity increased in animals treated with LOS. The expression of bcl-2 was increased, bax/bcl-2 ratio and AI decreased in this group. (4) In comparison with ID treated liver injury animals, the activity of AST and the content of MDA, and TRF increased in the animals treated with ID plus LOS. The immunological liver injury could be aggravated by iron overload through catalyzing lipid peroxidation and facilitating the apoptotic process of hepatocyte. Angiotensin faciliates in this kind of liver damage.